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al, 1961), or lactate dehydrogenase-elevatmg virus (Anson et al., 1963,

Riley, 1964, Riley et al, 1964)

c   Reduce pathogemcity of concurrent infection by Plasmodium sp. (Peters,

1965; Ott and Stauber, 1967).

d.  Increase phagocytic activity in mice (Gledhill et al , 1965)

e    Increase susceptibility of mice to bacterial endotoxms (Gledhill and

Niven, 1957).

The agent can be a common contaminant of inocula used to perpetuate
experimental blood parasite infections in mice (Peters, 1965, Ott and Stauber,
1967, Iralu and Ganong, 1983).

Subchnical infection can be activated by whole body x-irradiation (Berger
and Linkenheimer, 1962) or splenectomy (Marmorston, 1935).

Murine Leukemia Viruses

Significance

This large group of genetically related viruses, referred to collectively as
the murme leukemia viruses (MuLVs), has provided a wide range of model
systems for studies of the molecular biology, virology, genetics, pathology,
immunopathology, and experimental chemotherapy of leukemias.

Perspective

The discovery of the MuLVs was linked historically to the development
of inbred strains of mice, many of which were selected for their susceptibility
or resistance to MuLV (Heston, 1974, 1975). Furth et al (1933) developed
the mouse strain AKR, which has a high incidence of leukemia. Furth
(1946) later showed that thymectomy prevented the leukemia in these mice.
In 1951, Gross (1951a,b) demonstrated that when cell-free filtrates of
leukemic tissues from a strain of mouse now known as AKR were injected
into infant C3H/Bi mice, leukemia was successfully transmitted. This led
to the discovery of numerous strains of MuLVs in transplantable munne
tumors, including those described by Graffi (1957), Fnend (1957), Schoolman
et al (1957), Moloney (1960), Rauscher (1962), and Tennant (1962). Gross
(1959) and Lieberman and Kaplan (1959) demonstrated that radiation-induced
lymphoid tumors of mice also contained MuLVs. Subsequently, MuLVs
were studied extensively by using both in vivo and in vitro systems, which
contributed many of the modern concepts of viral oncology, such as the
oncogene theory (Huebner and Todaro, 1969) and the role of reverse
transcnptase (Baltimore, 1970). In no instance, however, have the basic
mechanisms of leukemogenesis been fully explained (Furmanski and Rich,
1982).